induced by CTGF (2, 3) . CTGF is low in the healthy adult heart and is markedly up-regulated in response to cardiac injury (4, 5) . CTGF gene expression is induced as early as 2 days after MI and remains elevated for up to 8 weeks (4, 6) . Therefore, understanding the mechanisms whereby CTGF regulates LV remodeling will provide insight into cardiac wound healing and help to elucidate additional targets that may be of therapeutic use.
In the study by Vainio et al. (7) Science author instructions page. Combined, the 3 study protocols reveal a lot about CTGF roles in MI wound healing. Standards have been set up for ischemia studies, and for the most part these are met in this study (9) . At the same time, there were a few study limitations that should be noted.
T H I S I S A N O P E N A C C E S S A R T I C L E U N D E R T H E C C B Y -N C -N D L I C E N S E ( h t t p :
Because all 3 study protocols were distinct, results cannot be interwoven among them. Protocols 1 and 2
are translational, whereas protocol 3 is preventative.
The heart rate in the sham group (Table S1 in Vainio et al. [7] ) was under 400 beats/min, and fractional shortening was an average of 25%, which is low for control mice (13) . It is unusual for heart rate to increase with MI in the mouse permanent occlusion model, and a lack of wall thinning at day 7 after MI is not typical (9, 13) . It is likely there was wall thinning and infarction was achieved, based on the histological section shown in Figure 2C in Vainio et al. 
